[Stages of the interaction of steroid hormones with intranuclear acceptor sites of Morris hepatoma cells].
The maximal amount of specifically bound triamsinolone acetonide (TA) penetrates into Morris hepatoma cells at initial steps of hormonal induction. This amount is gradually decreased during incubation of the cells with the hormone. As the incubation time rises, the inhibition of [3H]TA binding to the nuclear fraction induced by an excess of the non-labelled hormone is further decreased, which is paralleled with deceleration of the [3H]TA efflux from the nuclei to a hormone-free medium. After removal of the hormone the cells retain their ability to induce the synthesis of tyrosine aminotransferase for 10 hours, although after 3 hours the amount of the bound hormone falls down to 20-25% of the original level. The rate of further deinduction of tyrosine aminotransferase synthesis depends on the incubation time, i.e. in the cells preincubated with TA for 10 min the deinduction occurs at a slower rate than in the cells preincubated with the hormone for 48 hours. The increase in the amount of specifically bound TA 10 min after hormone addition leads to augmented synthesis of tyrosine aminotransferase which surpasses the synthesis providing for the maintenance of maximal induction. An addition of actinomycin D to a hormone-free medium containing the cells preincubated with TA for 48 hours prevents the deinduction. It is assumed that Morris hepatoma cells contain an actinomycin D-sensitive feed-back mechanism which controls the concentration and distribution of specifically bound intranuclear TA depending on hormonal response.